Objective This study aimed to find out prevalence of Helicobacter pylori (H. pylort) in peptic ulcer disease (PUD) 
INTRODUCTION
Kashmir valley is a highly endemic region for peptic ulcer disease (PUD) in North West India [1] having a point prevalence of PUD as 4.72% and a life time prevalence of 11.22% [2] . This is very high compared to the prevalence rate of 1.04 in general population of India, and a life time prevalence of 0.61% in Delhi, 0.69% in Chandigarh and 0.75% in Madras (now Chennai) [3] [4] [5] . PUD is a multifactorial disorder resulting from imbalance between various aggressive (acid, pepsin) and defensive factors (mucus, bicarbonate, prostaglandins, cell regeneration and blood flow). Besides, antral infection with a Gram negative, 's' shaped, catalase and oxidase positive, microaerophilic, multiflagellat Helicobacter pylori (H. pylori) organism has also been reported to play an important role in the pathogenesis of PUD [6] [7] [8] [9] .
H. pylori though a non-invasive organism damages the gastric mucosa by secreting various toxins and enzymes which cause local mucosal damage ("leaking roof" hypothesis) [10] . H. pylori also causes destruction of antral D cells which are sources of somatostatin (inhibitor for gastrin release).
Somatostain inhibition causes increase in gastrin release and hence increases gastric acidity, thereby leading to gastroduodenal injury ("Gastrin Link" Hypothesis) [11] . Other [12, 13] . This is the first preliminary study from the Kashmir valley which has been carried out to find the association ofH. pylori organism with the highly endemic PUD. This study also aimed to find the prevalence of H. pylori infection in the asymptomatic healthy volunteers of the region.
PATIENTS AND METHODS
This study comprised 50 [8] [9] [10] [11] and it is now suggested that Schwartz's old dictum "no acid-no ulcer" needs to be replaced by "No H. pylori-no ulcer" [25] . Our study did not find any difference in the prevalence of H. pylori infection among males and females but the prevalence of both PUD and H.
pylori infection increased after the fourth decade. This high age specific prevalence of infection favours the influence of socio-economic conditions on the adaptation of H. pylori infection as has been reported by many other studies [26] [27] [28] [29] .
Our study did not find any difference in prevalence rate of H. pylori infection among smokers and non-smokers nor was there any difference among various ABO blood groups and rhesus states in both groups (cases and controls). Thereby suggesting that though smoking and blood group 'O' are risk factors for PUD (GU and DU, respectively), these do not increase the risk for H. pylori infection and these are independent risk factors in the pathogenesis of PUD. Similar results have been reported by other studies [30] [31] [32] .
Antral gastritis was present in 60% of PUD patients compared to 26 [33] , but findings similar to ours have been reported by Prabu et al. [34] . Since all these studies are from one country (India) but with different climatic, environmental, dietry, social, economic and ethnic characteristics which could favour the regional variations in prevalence of H. pylori infection as has also been reported by Jyotheeswaran et al. [35] .
Global studies reveal the prevalence of H. pylori in DU as 80-100% and in GU as 50-75%, however, in this highly endemic PUD region, this first preliminary study found [36] .
In conclusion, although the prevalence of H. pylori infection in peptic ulcer patients of this 
